Renal transplantation is now available for treatment of chronic renal failure in many hospitals in tropical areas where leprosy is endemic. Also, renal disease is an important cause of morbidity and mortality in patients with leprosy, 1 , 2 therefore, leprosy is a disease to be considered in tropical renal transplant programmes. Presented below is the experience with leprosy at the largest renal transplant centre in South Asia where 1667 patients have received transplants so far. Patients from all parts of India, Bangladesh, Nepal and Sri Lanka are treated. Approximately 90% are followed up for 1 year after transplantation and then referred to the care of local physicians. Many do not return for regular follow-up and treatment of complications. At times, patients who had received their transplants elsewhere are referred here for treatment. The cases described below include the first leprosy patient reported to be accepted as a renal transplant recipient. 3
Leprosy diagnosed before transplantation PATIENT NO. I A female patient was diagnosed to be having systemic lupus erythematosus at the age of 19 t Correspondence years. She was on treatment with prednisolone and azathioprine for 4 years when she developed an anaesthetic patch on the elbow with ulnar nerve thickening. A biopsy showed borderline-tuberculoid leprosy for which she took dapsone for 5 years. During this period steroids were continued but azathioprine was discontinued. When next seen in the hospital the patient was 40 years old and showed no evidence of leprosy; but had chronic renal failure. She received an allograft from her mother which was rejected. A transplant from an unrelated donor was then performed, at another hospital. Antirejection therapy was with high doses of steroids and azathioprine, to which cyclosporin A (CsA) was added after the second transplant. There was no recurrence of leprosy at the time of death a year later.
PATIENT NO. 2
A male with chronic renal failure due to IgA nephropathy received a renal transplant from his brother when he was 28 years old. Thirteen months prior to the transplant the patient developed an anaesthetic patch on the back diagnosed to be tuberculoid leprosy and received dapsone for one year. His father had leprosy but was not living with the family for 15 years. This story was forthcoming only when an exacerbation of the disease was noted two years post-transplant, and he was restarted on dapsone. When he was last seen at follow up 2 years after the transplant he was well.
PATIENT NO. 3
A 42-year-old male, reported in detail earlier, 3 had end stage diabetic nephropathy for which he received a renal transplant from his sister. Five months earlier the patient noticed an anaesthetic patch on the back, which was diagnosed as tuberculoid leprosy and treated with dapsone. Dapsone was continued after the transplantation. Post-transplant immunosuppres sion was with prednisolone and azathioprine. The leprous lesion showed no sign of activity in spite of enhanced immunosuppression for an episode of acute rejection and appeared completely healed with the continuing dapsone therapy at his death from chronic rejection one year after transplantation.
Leprosy untreated before transplantation
A female with chronic renal failure of unknown aetiology was 40 years old when she received a renal allograft from an unrelated donor. Post-transplant immunosuppression was by prednisolone and azathioprine. Six and a half years later she developed anaesthetic erythematous skin patches on the left forearm diagnosed as borderline-lepromatous leprosy and erythema nodosum leprosum. The patient admitted having noticed hypoanesthetic, hypopigmented patches at the same site 6 months prior to transplantation, for which she had not taken treatment. She was put on multi drug chemotherapy with dapsone, rifampicin and clofazamine and advised to continue the treatment for 5 years. Rifampicin was withdrawn due to chronic liver disease. This patient died of liver cell failure hepatitis B virus (HBV) related 4 years after the diagnosis of leprosy.
Leprosy first manifesting after transplantation
PATIENT NO. 5
A male with chronic renal failure of unknown aetiology received a renal transplant at the age of 37 years, from his father. After having been on immunosuppression with prednisolone and azathioprine for 22 months he developed nodules, widely distributed over the body. A biopsy of one of these showed histoid leprosy. There was no history of leprosy in the past or contact with leprosy. He was discharged from hospital after having been started on dapsone, clofazarnine and rifampicin and advised to continue chemotherapy at a hospital near his home. Follow-up information is not available.
PATIENT NO. 6
A male received a renal transplant from his brother, for chronic renal failure due to end stage renal failure of unknown aetiology, when he was 39 years old. Immunosuppression was with prednisolone and azathioprine. Six years after transplantation he developed diffuse erythe matous papules diagnosed as lepromatous leprosy and was treated with dapsone, cl o fazamine and rifampicin. This patient also did not have leprosy earlier, nor contact with leprosy. He returned home to continue treatment. Follow up information is not available.
PATIENT NO. 7
A male received a renal allograft for end stage membranoproliferative glomerulonephritis type 1, when he was 48 years old, from his brother. The patient received prednisolone and azathioprine immunosuppression. Seven years later he developed a large hypoanaesthetic patch on the leg which was diagnosed as borderline-tuberculoid leprosy. His father had leprosy 25 years earlier. Treatment with dapsone, clofazamine and rifampicin was started and the patient was discharged to return home with the advice to continue chemotherapy under the care of a local physician. Follow-up information is not available .
PATIENT NO. 8
A female with end stage renal disease of unknown aetiology received a renal allograft from her brother, when she was 26 years old. One year after transplantation she developed abnormal liver fu nction with HBV and active cytomegalovirus infection. Six years later while on maintenance immunosuppression with prednisolone and azathioprine she presented with multiple skin lesions diagnosed as borderline-lepromatous leprosy with erythema nodosum leprosum. There was no past history of leprosy or known contact with the disease. Treatment was started with dapsone, rifampicin and clofazamine. Chemotherapy was discontinued because of worsening liver function and replaced with dapsone and clofazamine alone when liver function tests improved. The patient died of chronic liver disease ten and a half years after transplantation. At the time of death there was no clinical evidence of leprosy for which she was still being treated.
PATIENT NO. 9
A male received a renal allograft from his daughter, in another hospital when he was 48 years old. The disease causing chronic renal failure was not known. He was on immunosuppression with prednisolone, azathioprine and cyclosporin A. Twelve years later the patient was referred to this hospital with good renal function but with infiltrated lesions of the face and ears ; without nerve thickening. Skin smears from the ears, cheek, arms and back showed large numbers of lepra bacilli. A diagnosis of lepromatous leprosy was made. This patient also did not give a past history of leprosy or contact with the disease. The patient was started on dapsone, rifampicin and clofazamine. He continued treatment with periodic checkups. CsA level was done 10 days after rifampicin was within the normal range. Patient did not have acute rejection episode after starting MDT. The bacterial indices and skin lesions had improved at last follow up after 30 months.
Discussion
Leprosy in relation to renal transplantation features in reports from Western centres as a diagnostic conundrum occurring unexpectedly in emigrant patients. 6 It also features as a response to news of patients with leprosy being used as renal donors and expressing a rightful indignation against their exploitation by the donor kidney trade. presented here. Such patients may or may not have been in contact with leprosy, 4 as in four of the five cases presented above. Though infection after transplantation cannot be excluded, the natural history of leprosy makes it possible that some of these patients had unrecognised latent leprosy which manifested as a result of immunosuppression.
Cases 4 and 8 demonstrate the problem of antileprosy chemotherapy in the presence of liver disease which is an important cause of morbidity and mortality in renal transplant patients. The decision to discontinue rifampicin is difficult, but as seen in our patient, may not seriously affect the course of the disease. In such a situation there are no guidelines regarding the duration of antileprosy chemotherapy. When unhindered multidrug therapy is possible the current recommendations regarding duration should suffice.
In our limited experience of MDT with a CsA treated patient there was no adverse effect on graft fu nction due to rifampicin-CsA interaction; dapsone and clofazamine have no such reported interaction. However prednisolone dose was doubled in those receiving rifampicin as part of the MDT. 30 months patches. ENL BI-Bacterial Index; SLE-systemic lupus erythematosus, DN-diabetic nephropathy; ESRD-end stage renal disease; MCGN-mesangiocapillary glomerulonephritis; P-prednisolone; A-azathioprine; C-cyclosporin A; LFU-Iost to follow up; CRF-chronic renal failure; LCF-liver cell Failure; NA-not available; C-c1ofazarnine. 9 Patients on CsA immunosuppression manifest tuberculosis earlier than those not receiving it. 1 0 There is insufficient data to comment on the effect of CsA on leprosy. Acquired immune deficiency syndrome with profound T-cell suppression is not associated with a higher incidence of leprosy, l1 indicating CsA immunosuppression and its attendant T-cell depression is unlikely to exacerbate the disease.
